In their article about coronary heart disease (CHD) in Africa (January 1997JRSM, pp 2 3-7) Dr Walker and Dr Sareli indicate that the fat intake of Africans (57 g in men and 42 g in women contributing 23.8% and 26.1% of total energy intake) is substantially lowver than that of Western populations (typically more than 100 g fat, contributing about 35% of calories). These figures are similar to observations in Indian patients with CHD that revealed 50g fat ingestion in patients and 50 g in healthy controls (24.3% of total calories in patients and 24% in controls)1. It is perplexing that a high and rising incidence of CHD that exceeds the rate in Western populations (13.9% in individuals between the ages of 25 to 65, that is 26.4% higher than the British) was observed in Indians even at low levels of fat ingestion2. Exact reasons for this phenomenon are unknowvn. Possibilities are insulin resistance and accelerated atherosclerosis, abdominal obesity (increased waist to hip ratio) and genetic susceptibility including angiotensin converting enzyme gene mutations, antioxidant status and stress associated with lifestyle changes3.4. Despite the low, fat intake, Africa is likely to move in the same direction as exemplified by the high rates of CHD in Afro-Americans and the high prevalence of risk factors in native Africans. This scenario is quite akin to the observed increase in CHD in Indians, temporally associated with progressive adoption of Western lifestyle by a predominantly rural farming populace. By 1982 we had noted an effect of diet, but the precise cause wvas difficult to establish because the fits occurred some 18-24 h after the offending food intake. Wine, oranges, lemons, apples and most other fruits were epileptic triggers, and we suspected that organic acids, in combination Nwith metals, might be responsible1perhaps by stimulating absorption of aluminium and other metals (as is known to occur). Cutting out these foods helped but did not solvre the problem, and so we had to look further afield. Next, wve suspected that bread wras also a culprit, and found that switching to bread made with organic flour was a further help. Therefore wve also changed to organic breakfast cereal, organic vegetables wNhenever possible, and organic meat.
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We began to suspect that pesticides might be responsible, and this has been strongly supported by three further pieces of evidence. First, he developed fits wrhile on holiday in Spain for no obvious reason until we realized that the active ingredient of the anti-mosquito machine that he was using in the bedroom was a pesticide vapourized by gentle heat. When this was removed the fits stopped. Second, wsre noticed that farmed salmon was a cause of fits, whereas wild salmon was not. Farmed salmon have to be treated with high doses of pesticides to prevent infection by water lice. Third, about 18 months ago we were forced into considering whether the drinking water supply might contain an epileptic trigger. An analvtical report from our wvater company showred that the water contained some three times the permitted levels of a number of pesticides and herbicides because of lack of equipment to remove them. We therefore installed a domestic reverseosmosis system for drinking and cooking wvater. The wvater company, analysed the exit water from this system and found all herbicides and pesticides to be undetectable. This seems to have been the final step in removing the triggers from the diet. There was an immcdiate reduction of the fits and improvement in the general mental state. In the last vear or so we have been able very gradually to reduce the dose of vigabatrin, wN-ith benefit. Despite this reduction, the lessening of fits has been maintained. He still has them occasionally, but only if he has eaten the wrong food (in restaurants etc) or if he has forgotten to take the medicaments.
The idea that food can trigger epilepsy is not a new one, having first been proposed in 19042. 46 of 122 epileptics3 showed skin sensitivity to various food proteins and some of these responded to restriction of foods concemed. A study4 of 100 consecutive epileptics did not confirm the skin allergy tests but did show that certain foods induced fits in some patients. Cheese was found to be a cause of fits in one epileptics. Howvever, these allerg-induced fits occurred quite quickly after the particular food intake, whereas in the case described here there w,as a considerable delay. Moreover, the previous data preceded the use of pesticides, so that the mechanism mav well be different. Pesticide poisoning in man can have a delayed effect in slowing nerve conduction velocity and reducing vibrotactile 6 sensitivity6. In rats, lindane and endosultran lower the threshold of convulsions7; and, in man, application of lindane to the skin can cause convulsions8'9. It Nould therefore not be surprising if they had effects in some individuals, even in low (loses. We entirely support cost-benefit analyses. However, the variables are multiple and ever-changing. It does seem that the purchasers of care should first decide whether in principle they favour home care. If they do, the way forward would be the establishment of a feasibility team composed of primary-care and hospital-care providers. It may be that an outsider (perhaps representing the purchasing authority) will be needed to observe the proceedings in some cases. As we have pointed out previously2, the operational policies need to reflect the interests and expertise of the locally available staff and independent contractors: large schemes will be more cost-effective and inadequate resources will be as bad for patient care in HAH as they are in any hospital. Patient selection is critical. Cheetham and Wise (March 1997 JRSM, p 180) report cost-effective HAH care in paediatric orthopaedics.
We faded out of the National Health Service a long time ago. Our former colleagues at Peterborough District Hospital, Martin Parker and Glynn Pryor, remain
